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Conditions were quite different before Bleuler in 1911 proposed the term schizophrenia to replace dementia pracox, thus extending the group to include psychoses of widely varying origin. Dementia precox was precisely defined. For this reason it was relatively simple to compare the results of different treatments, and it was generally agreed that the prognosis of dementia precox was very poor. Kraepelin (1910) reported that in his long-term study of dementia precox 12-6y% recovered immediately, only to relapse within two or three years, so that the number of lasting recoveries amounted to only 2 6/O. At the same time 17% showed social remission, while the rest deteriorated. Although some disagreement existed as to the limits of Kraepelin's dementia prxcox group, the possibility of deviating diagnoses was much smaller than after the acceptance of the term schizophrenia. But it was generally agreed that a lasting cure of dementia precox was unusual. Most workers reported that 30-40% of the socialized group were more or less able to work, while the rest steadily deteriorated to a degree necessitating permanent hospitalization or other support.
There are notable differences in the reported results of dementia prxcox and the spontaneous prognosis in schizophrenia, as defined by Bleuler -after 191 1 the recovery rate ranges from 0-20 % and the improved group is usually much larger than in dementia pr~cox. Further details are given by Bellak (1948) ; according to his statistics the amelioration rates range from 8-8 to 44 %. There are two main reasons for these variations: first, the different delineation of the schizophrenia group-the more cases of genuine dementia precox included the smaller the recovery rate; and secondly, the recovery and improvement rates depend on the type of schizophrenia and especially on the duration of the psychosis. DECEMBER For many years I have attempted a more accurate diagnostic grouping of the schizophrenic picture (langfeldt, 1926) . By studying, among other things, the glucose tolerance, basal metabolism, blood picture, reaction to adrenaline, atropine and pilocarpine, in 40 cases of typical dementia praecox, I demonstrated that small deviations from the normal existed. These deviations, however, were not characteristic of any known endocrine disorder, but varied not only according to the duration (acute or chronic cases) and the phase of the disorder, but also according to the type (hebephrenic, catatonic, paranoid) of the schizophrenic psychosis. In some cases of catatonia there was a reduced basal metabolism which could not be raised by the administration of thyroid. In some cases, but not in all, there was insensitivity to intravenous injection of adrenaline. One of the principal conclusions was that the somatic findings differed in the different types of dementia preecox. The hypothesis was advanced that dementia prxcox might be the result of a diencephalosis brought about by endocrine-vegetative imbalance. It is of paramount importance in psychiatric research to correlate the psychic syndrome with somatic findings when present.
In 1935 Sakel postulated that insulin-coma therapy could induce good social remission in 88 % of schizophrenia as diagnosed at the Vienna Clinic. However, on examination of the patients' records it became apparent that many cases diagnosed as schizophrenia in Vienna would in Norway be grouped in other categories, e.g. psychogenic psychoses, reactive psychoses (psychoses in feeble-minded and psychopathic individuals), toxic or infective reaction types, and psychoses with organic brain disorders. I also noticed that while patients with such psychoses, which since 1937 I have grouped as schizophreniform, as a rule reacted favourably to the treatment, the cases which did not improve corresponded to the cases which at the Oslo Clinic were diagnosed as true schizophrenia. Stimulated by reports (Meduna, 1936) that cases which reacted favourably to Cardiazol treatment did not belong to the dementia prxcox group (Kraepelin) , I decided to take 10 typical cases of schizophrenia and treat them with insulin coma using Sakel's method. 2 of them had a very short-lasting remission but relapsed, and all 10 had to be transferred to a mental hospital, although none had been ill more than one year. When followed up all had deteriorated severely. After this I was convinced that insulin coma could not effect real recovery in typical schizophrenia. Furthermore, I felt that cases diagnosed as schizophrenia which recovered or were much improved by the treatment, were those with a tendency to spontaneous remission and could be helped by less dangerous therapies. Insulin-coma therapy was therefore abandoned at the University Psychiatric Clinic of Oslo.
There was considerable interest in the spontaneous course of the psychoses diagnosed as schizophrenia (see Langfeldt, 1956) , but most of the results were based only on written reports, often unreliable, from the patients themselves or their relatives. Comparison with the results of the follow up of individual cases showed that severely demented patients might well be reported as well adjusted (by being tolerated) and helping in the house. In 1936 I decided, in order to get reliable clues to the spontaneous course, to make fresh observations on 200 cases of schizophrenia which had been discharged from the clinic seven to ten years previously. From the opening of the clinic in 1926 an attempt had been made to group separately the cases considered as "true schizophrenias". If on discharge there was no doubt that the case belonged to this group the case was labelled only as schizophrenia, eventually with the personality type (schizoid, hysterical, paranoid, &c.) and type of disorder (hebephrenia, catatonia, paranoid) as subdiagnosis. In these cases possible other diagnoses were added, such as paranoid-hallucinatory psychosis in an alcoholic, sensitive self-reference, psychosis in a hypersensitive individual, confusional psychosis in a feeble-minded personality. My hypothesis was that those psychoses which were not considered as typical schizophrenias were those with a tendency to spontaneous remission, and which profited from insulin coma. I have suggested calling these conditions schizophreniforni psychoses in contrast to the typical schizophrenias. 100 cases of schizophrenia assumed on discharge to belong to the typical group, and 100 doubtful (schizophreniform) cases which could be traced were followed up (Langfeldt, 1939) . Tables I  and II correlate diagnosis on discharge with diagnosis at follow up; the outcome is also correlated with the diagnoses. Between 1926 and 1929 when these patients were in hospital there was more disagreement over the concept of the central schizophrenia group than in 1936 when Table I it is seen that if we keep to the diagnoses on discharge the outcome is poor in that 66 of 100 cases were unchanged or worse, although 17 had completely recovered and 17 improved. If, however, we keep to the stricter concept of schizophrenia used in the follow up the outcome of the typical cases is still worse: of 87 cases considered at the follow up to be typical schizophrenia only 6 had recovered completely, while among the 13 cases grouped as schizophreniform psychoses 11 had made complete recoveries and 2 were improved. Similar results can be seen in Table II , representing the outcome of 100 cases in which a doubt had been raised at discharge whether they were typical schizophrenias: 32 had recovered, 25 improved, and 43 were unchanged or worse. By revision of the diagnoses, however, it appeared that of the 100 schizophreniform psychoses, 45 cases had a history and symptomatology which in 1936 was considered characteristic of the central group, and of these 45 only 1 had recovered and 8 improved. Of the 55 schizophreniform cases, 31 recovered and 17 improved, while only 7 were unchanged or worse. Thus by the diagnoses made at follow up, of 132 typical cases of schizophrenia 102 remained unchanged or were worse, while only 7 recovered and 23 were improved. Of the 68 schizophreniform psychoses only 7 were worse or unchanged while 42 recovered and 19 improved. These results indicate that by dividing the schizophrenia group into typical and schizophreniform cases we can differentiate between two groups with quite different prognoses, probably differing in etiology and pathogenesis. Schizophreniform psychoses can as a rule easily be placed in other well-known groups of psychotic disorders, frequently with known xtiology, while it is characteristic of the typical schizophrenias that the etiology cannot be demonstrated. Tables I and II deal with the spontaneous course of the disorders, submitted only to the type of hospital treatment usual at that time. For comparison with cases treated by electric shock, insulin coma and lobotomy Dr. L. Eitinger, Dr. C. Laane and I, in 1955, followed up 154 cases admitted to hospital during the years 1940-1949. There were in all 783 patients, 329 diagnosed as schizophrenia and 454 as schizophreniform states, of whom 154, those mentioned in this study, were re-examined individually by Dr. Eitinger and Dr. Laane. In this follow-up study I predicted the prognoses on the basis of the hospital records, while my colleagues made the actual re-examination of the patients. I therefore decided whether the case should be considered as one of typical schizophrenia; whether I expected the patient to recover, to improve or to remain unchanged. The prognosis, correlated with the outcome of the case five to fifteen years after discharge, is seen in Tables III and IV (Eitinger, 1959) . Follow-up results 105 5 4 5 9 92 110 + + -= completely recovered. + + = much improved. + = slightly improved. 0 = no effect or worse. It is evident that in these cases, treated with electric shock, insulin coma or lobotomy, the outcome is much better in the schizophreniform cases than in the schizophrenias. The correspondence between prognoses and the actual outcome is surprisingly good: in 110 cases diagnosed as typical schizophrenia the diagnosis was confirmed in 105 cases; of the 110 cases only 4 had recovered and 5 improved; the remaining 101 being unchanged or worse. On the other hand, of 39 schizophreniform psychoses 14 were mostly unchanged, while 30 had recovered or were much improved. It seems that cases of typical schizophrenia treated with different therapies do not have, in the long run, a more favourable course than untreated cases (compare Tables I and II ). In Tables V and VI the outcome of treatment in the two groups is summarized.
The treatments do not seem to have had any favourable influence on the typical cases, but in Total 39 the schizophreniform cases it is possible that electric shock especially may have brought about a good remission. In my experience electric shock has been effective in many cases of schizophreniform psychosis, while it is of no help in cases of typical schizophrenia. For the last ten years we have not used electric shock in typical cases of schizophrenia. As a result of more accurate diagnosis and follow-up investigations we are now able to diagnose the genuine schizophrenias, to differentiate them from schizophreniform cases, and to forecast the further development of these patients with a certainty of around 90-95 %. It may of course be argued that it is not always satisfactory to base the diagnosis of a case on its probable outcome. It would certainly be better if the diagnosis could be based on knowledge of the etiology and pathogenesis. However, despite more than sixty years of research in this field, almost nothing has been found which can be accepted as scientifically valid. One of the reasons for this is the excessive extension of the schizophrenia concept. It is unreasonable to expect to find common vtiological and pathogenetic factors in a group of psychoses with so many different manifestations. In other medical disciplines new etiological and therapeutic discoveries have regularly been made by isolating from large groups smaller ones with something in common in symptomatology and outcome. In psychiatry general paresis, formerly grouped with the neuroses, is an example of the importance of more accurate diagnosis based on both psychic and somatic symptoms. It was accurate diagnosis, too, which helped Gjessing (1932) to differentiate the circular catatonias from the ordinary cases of catatonia. For this reason I am much in favour of a more refined diagnostic technique in in the schizophrenias. It is most important with these patients to diagnose true schizophrenia only when positive and fundamental symptoms are demonstrable, and to group all other schizophrenia-like cases as schizophreniform psychoses. But in these two large groups a further differentiation should take place based on the psychic syndromes and when present the somatic findings.
The interest in a dichotomy of the schizophrenia group seems to be increasing. At the 2nd International Congress of Psychiatry the schizophreniform psychoses were placed as a special topic, and several research workers showed the prognosis of cases in this group to be different from that of genuine schizophrenia. In a recent monograph by Hallgren and Sjogren (1959) the very poor prognosis of the central schizophrenia group, diagnosed according to my criteria, has been convincingly demonstrated in connexion with a census investigation in a rural Swedish population. All cases which could be traced (88 % of the material) were shown at follow up to have deteriorated.
What, then, are the clues to the diagnosis of schizophrenia, by which the prognosis can be indicated with a certainty of 90-95%? A comprehensive reference is made in my book (1956) to the experience of other workers; here I shall stress only the following: neither hereditary conditions, personality nor bodily types are of any help in the diagnosis of genuine schizophrenia. Psychological and biological tests have not up till now been of decisive help, nor are there any diagnostically significant somatic findings. Acute onset and exogenous precipitating factors have been considered by many authors as prognostically favourable. Among my cases are many with an acute onset which have run a very unfavourable course, and even cases which seem to have been exogenically precipitated may deteriorate and result in typical schizophrenic dementia. The best clues to the diagnosis of the genuine type of schizophrenia with poor prognosis are in my experience the initial changes in the personality and the mental symptomatology. The personality changes characteristic of many typical cases of schizophrenia manifest as a special type of emotional blunting followed by lack of initiative and altered, frequently peculiar, behaviour. In hebephrenia especially, these changes are very characteristic and a principal clue to the diagnosis. The changes are frequently more difficult to describe than to apprehend, but the experienced psychiatrist regularly feels intuitively that he is confronted with a morbid personality of the genuine schizophrenic type. In catatonic types the history as well as the typical signs in the periods of restlessness and stupor (negativism, catalepsy, vegetative symptoms, &c.) are frequently so characteristic that no doubt can exist that the case is typical schizophrenia. The greatest difficulty arises in connexion with paranoid cases of schizophrenia. In many places in Europe and the U.S.A. all types of paranoid reactions are diagnosed as schizophrenia, especially if the patients are also hallucinated. This is an unfortunate trend in international psychiatry; paranoid ideas and hallucinations are symptoms which can occur in all types of psychotic reactions and can as such give no clue to the diagnosis of true schizophrenia. Our follow-up investigations showed two syndromes with paranoid symptoms which are regularly associated with a poor prognosis, viz. cases characterized by the essential symptoms of splitting of the personality (depersonalization symptoms') and the loss of reality-feeling (derealization symptoms'), and the group described by Kraepelin (1910) as dementia paranoides, characterized by primary (in contrast to secondary) delusions. In my experience depersonalization and derealization symptoms occur mostly in younger schizophrenics, while dementia paranoides seldom starts before the age of 40. In addition to these two syndromes chronic hallucinations are also indicative of schizophrenia if organic brain disorder, infections and intoxications can be excluded. I cannot here describe in detail the symptoms characteristic of the depersonalization and derealization states, but to be sure of the diagnosis of true schizophrenia it is not enough that the patient talks about 'being influenced by forces from outside himself or that his surroundings are changed; he must also experience these influences and changes. Mild depersonalization and derealization symptoms may occur transiently in other psychoses and in neuroses, and especially in confusional states. A period of two to three weeks' observation is sometimes necessary to exclude special Etiological factors, more particularly organic brain disorder and intoxications. However, if no signs of the latter can be demonstrated, a psychic picture dominated by depersonalization and derealization is very characteristic of true schizophrenia associated with a very poor prognosis. Occasionally the premorbid changes of 'The terms depersonalization and derealization are here given a special meaning. Although they are frequently used in connexion with psychasthenia, hysteria, obsessive-compulsive and other neurotic conditions, in this paper they signify syndromes characterized by experiences of a special type of disturbance of volition and the self, called "Ichst6rungen" by Meyer (1959) , and found usually only in schizophrenia. The principal differentiating signs are that the schizophrenic patient has no insight into his own condition and that he always experiences the disturbances as originating outside himself. These syndromes manifest for instance as passivity feelings, associated with ideas of reference affecting the psyche (thoughts, emotions and actions), or body (physical influence delirium). personality may help to determine the diagnosis, but the symptoms mentioned are essential and usually pathognomonic. The same may be said of the primary delusions and chronic hallucinations which characterize many cases of typical schizophrenia. I feel that these symptoms are manifestations correlated to the primary cause or causes of true schizophrenia. Firstly, these symptoms do not seem to be psychogenically understandable and it is, therefore, more reasonable to assume that they are the product of a primary pathophysiological or neuropathological disorder influencing the functions of the brain. Secondly, it seems that the influence-phenomena and other signs of depersonalization as well as primary delusions and chronic hallucinations (see Table VII ) are associated with an unfavourable prognosis. In Table VII the effect of electroshock treatment in 429 cases of different neuroses and psychoses is demonstrated. Cases with influence-phenomena, chronic hallucinations and primary delusions are associated with a very poor outcome, and these symptoms thus usually indicate a poor prognosis. Most of these cases were diagnosed as schizophrenias, the follow up being done by Dr. P. Anchersen. In conclusion I wish to stress the following diagnostic signs and symptoms of true schizophrenia: (1) A break up in the development of a personality. (2) Catatonic stupor or excitement.
(3) Symptoms of depersonalization and derealization. (4) Primary delusions as seen in paranoid cases.
Concerning the symptomatology of schizophreniform cases several authors (Table VIII) Pseudoneurotic schizophrenias. Otherwise many constitutional, psychogenic and brain-organic conditioned psychoses manifest themselves by a schizophreniform picture.
have described psychoses to which they have given different names because they deviate symptomatically from the genuine schizophrenias; these are usually confusional (cloudy) or emotionally abnormal states, and paranoid states. Many psychoses in feeble-minded, hysterical, obsessional, paranoid and hypersensitive individuals are characterized by delusions and hallucinations, but lack the other symptoms of true schizophrenia. The reason why these cases are often mistaken for schizophrenias is probably that the personality types contribute to the symptomatology some features, e.g. schizoid traits, emotional flattening, ideas of reference, which can resemble genuine schizophrenic symptoms However, the further course of these cases is much more favourable than that of true schizophrenia. Catamnestically it has also been possible, as a rule, to group the schizophreniform cases into categories with more or less known wtiological or pathogenic factors.
Schizophrenie. Vienna.
DISCUSSION
Dr. Ian Skottowe (Oxford) believed that the introduction of the term schizophrenia some fifty years ago, though socially desirable in tending to lead away from previous fatalistic conceptions, had come to have certain disadvantages. It had tended to produce a certain woolliness of thought and in some ways it might even hinder fundamental researches because its clinical criteria were not applied stringently enough. This weakness might be enhanced if schizophrenia continued to be a diagnosis by exclusion-all psychoses in young people that were not clearly manicdepressive nor symptomatic of organic brain disease or gross toxa!mia. Professor Langfeldt had shown courage in continuing to use the term dementia pr,ecox up till 1926, at least; and since then he had done considerable service to psychiatry by distinguishing a nuclear, or "central", group of patients within the congeries of schizophrenic illnesses. To reserve the term schizophrenia for this central group and to designate other cases, superficially similar, as schizophreniform states (though Dr. Skottowe would prefer "schizophrenoid") was helpful to research. He agreed with Professor Langfeldt that many of these other cases turned out to be personality reactiontypes, toxic states, dream-like states, or, with more severe symptomatology, atypical depressions in which hallucinations or paranoid trends happened to be prominent. The outcome of most of them was favourable, whereas the outcome in "nuclear" schizophrenia remained, in general, much less good. But a distinction should not rest on outcome alone. The finer points of clinical diagnosis should enable us to distinguish one group from the other at an early stage.
Professor Langfeldt had said in effect that constant symptoms might be expected to march with, or reflect, a constant pathology. Since, with the exception of the small group of periodic catatonias (Gjessing's syndrome), there was very little positive knowledge of any somatic pathology in schizophrenia, it was desirable to continue to try to group together cases with constant clinical symptoms. If such a group were then scrutinized in the various disciplines concerned in research, a constant pathology might ultimately be found.-While having due regard to individual differences among patients, occasioned by their life-experiences and circumstances, essential similarities among them should still be sought; and these similarities would constitute the criteria for inclusion in the truly schizophrenic group.
In the course of an interim review of a continuing survey of mental hospital admissions over several years, which Dr. Skottowe was undertaking with Dr. R. W. Parnell1, it had been decided to take as the symptomatic criteria for schizophrenia: (1) Disorder of the thinking process, and (2) incongruity of mood. It was a requirement that these phenomena should occur in a clear sensorial setting. The presence of delusions and hallucinations was not essential, but if they were prominent the case was designated paranoid schizophrenia, provided that the disordered thinking process and incongruity of mood could also be discerned.
When these criteria were applied strictly, the proportion of patients diagnosed as schizophrenic among all patients admitted shrank remarkably as was shown in Table I hospital to hospital. To agree upon stringent diagnostic criteria was essential. Confusion might follow if "depersonalization" and "derealization" were given meanings different from the usual. What were the other cases -that had been diagnosed as schizophrenic-the balance between the 13% and the 28 % in Table I ? He could not tell at this stage. Many of them would no doubt be regarded by Professor Langfeldt as schizophreniform (or schizophrenoid) states. But some might turn out to be of the same nature as nuclear schizophrenia, though they had not been discerned at an early stage because of relatively unrefined clinical methods. That, however, did not, invalidate the delineation of a nuclear group by constant positive findings, certainly for research purposes. There was a high concordance of diagnosis by different observers dealing with the same cases in the nuclear group that the survey revealedas there was in Professor Langfeldt's surveys.
Professor E. Stengel (Sheffield) said that Professor Langfeldt's proposal to restrict the diagnosis of schizophrenia to patients with a bad prognosis was a valuable working hypothesis. His prognostic criteria deserved to be carefully tested. His "real" schizophrenia appeared to correspond to the nuclear group of other authors. Professor Langfeldt's approach was in keeping with a recent trend towards a return to the early Krepelinian entity of dementia prmcox. Whether the nuclear group presented the real or true schizophrenia was not known. Obviously, this concept of schizophrenia differed fundamentally from that of Bleuler which allowed for far-reaching remissions and even recoveries. Patients diagnosed according to Bleuler could not therefore be compared with Langfeldt's schizophrenics. Skottowe's diagnostic criteria were less restrictive than Langfeldt's but more so than Bleuler's. Other psychiatrists used other concepts, often without being aware of it. These differences of diagnostic criteria were responsible for a great deal of confusion which made comparison of clinical data impossible. Even if individual authors defined their use of the term schizophrenia, as Professor Langfeldt had done, there would always be a tendency to assume that the same word meant the same thing to all of them. That was why Professor Langfeldt's use of the old-established terms depersonalization and derealization was bound to lead to misunderstandings, even though he had redefined them. In a recent report to the World Health Organization about the present state of psychiatric classification Professor Stengel had proposed the adoption of operational definitions for the purpose of an international classification of mental disorders (Proc. R. Soc. Med., 1960, 53, 123) . Psychiatrists badly needed such a tool of communication. They must get away from the idea that, at the present state of knowledge, terms such as schizophrenia stood for well-defined biological realities. They were, in fact, no more than hypothetical concepts.
These comments on some semantic aspects of Professor Langfeldt's presentation should in no way detract from the great -theoretical and practical importance of his clinical observations.
